There are areas of atelectasis in both lower lobes and the lingula. There is no evidence of free air in the chest. The heart size is normal, but surrounded by a moderately large fluid-filled pericardial space. Pulmonary vascularity appears normal and symmetric. I see no evidence of hilar adenopathy. There are mediastinal nodes seen, particularly in the left superior mediastinum, the largest of which is approximately 2.6 cm in length.
Findings: There is a large pericardial effusion associated with bilateral pleural effusions, greater on the right than on the left and secondary atelectasis of the left lower lobe. 
Discussion:
Acute pericarditis, an abrupt inflammation of the pericardial sac, is a common disease in adults but rarely occurs in children. Patients typically present with chest pain, which will mimic angina in that it is severe, retrosternal, and can radiate to the neck or left upper extremity. This pain may be constant or pleuritic in that it can worsen with breathing motions and coughing. Severity of the pain is worsened by lying supine and is alleviated to an extent by leaning forward. It is essential to rule out acute coronary syndrome (ACS) when a patient has suspected acute pericarditis because of the similarities in presentation. Troponin I and creatinine Kinase-MB may be elevated in both disease states, but is typically significantly elevated in ACS and mild-to-moderate elevation in acute pericarditis. An ECG is essential in differentiating acute pericarditis from ACS. Acute pericarditis has PR depression, and diffuse ST elevation is seen in all leads, whereas in recovery T-wave inversions can occur. Cardiomegaly on chest X-ray should raise suspicion for pericarditis, and confirmation should be completed using a chest CT or ECG. CT is preferred because of the detection of loculated effusions, masses, and/or pericardial thickening.
Working up pericarditis may be an extensive process because of the large differential diagnosis for the causative etiology. Subclasses of pericarditis are constructed on the duration of the condition: acute is less than 6 weeks, subacute is 6 weeks to 6 months, and chronic is longer than 6 months. Within the subclasses further division is based on the pathological features that are presenting: fibrinous, effusive, constrictive, and adhesive. Determining the definitive diagnosis requires a careful history and physical to determine duration, trauma, medication and radiation exposure, recent illnesses, and concurrent symptoms. Imaging may be utilized to establish the presence of an effusion and/or calcifications. Laboratory studies are typical work-up to rule out infection (viral studies, cultures, erythrocyte sedimentation rate, C-reactive protein, pericardial fluid analysis), autoimmune conditions (antinuclear antibody, anti-Sm, rheumatoid factor), neoplasm (blood smear, flow cytometry, pericardial fluid cytology), and renal failure (basic metabolic panel). The most common etiology for acute effusive pericarditis is idiopathic because of the inability to detect a viral infection.
Treatment for acute pericarditis centers on diagnosing and treating the underlying condition. For a case of acute idiopathic pericarditis, treatment consists of limited activity and aspirin or nonsteroidal anti-inflammatory drugs (ibuprofen, indomethacin, or colchicine). Glucocorticoids may be used to decrease the clinical symptomatology. In cases that are refractory to medical therapy, a pericardiocentesis or pericardial window is indicated and for complicated cases of inflammatory or constrictive pericarditis a surgical complete pericardectomy may be indicated.
Early diagnosis and treatment of acute pericarditis is essential to avoid complications. Rapid accumulation of fluid within the pericardial sac may lead to cardiac tamponade, which results in cardiogenic shock because of the compression of the venous return into the heart. Recognizing signs and symptoms of cardiac tamponade requires a high clinical suspicion and identifying Beck's triad (hypotension, muffled heart sounds, JVD with rapid x descent and no y descent), pulsus paradoxus (>10 mmHg drop in systolic blood pressure during inspiration), and/or electrical alternans on ECG. An additional complication that may arise following acute fibrinous pericarditis is constrictive pericarditis. The inflammation of the acute condition leads to fibrosis of the pericardium decreasing compliance, causing limited expansion of ventricles thus decreasing cardiac output. Most cases of chronic constrictive pericarditis are asymptomatic but progress to mild-to-severe venous distension. Constrictive pericarditis can be identified with a thickened pericardium with or without calcification on imaging, JVD with rapid x and y descents, positive Kussmaul's sign (rise in JVD with inspiration), pericardial knock, and low voltage QRS on ECG. Treatment for constrictive pericarditis is a surgical pericardial resection.
